Posthaemorrhagic ventricular dilatation is one of the most serious complications ofprematurity. It occurs after intraventricular haemorrhage and is assumed to be caused by small particles of blood clot obstructing the flow of cerebrospinal fluid through the ventricular system, basal cisterns, and arachnoid villi on the surface of the cerebral hemispheres. Subsequent chronic infiltration with collagen converts a potentially reversible hydrocephalus into a permanent one. 1 Small for streptokinase treatment because of ventricular enlargement. Soon after insertion of the ventricular catheter it was discovered that the infant had a capsular haematoma of the liver and the streptokinase infusion was aborted. A blood sample taken at the time showed no evidence of a systemic streptokinase effect.
The treatment regimen consisted of intraventricular infusion of 20 000-25 000 units of streptokinase/24 hours for 48 to 72 hours. The streptokinase (Streptase, Behringwerke or Kabikinase, Kabi) was made up in 0-9% sodium chloride or 5% dextrose solution and given at 0-5 ml/hour. The 20 gauge catheter (Ledercath, Vygon) was inserted through the lambdoid suture 15 cm lateral to the midline into the temporal horn of the larger of the lateral ventricles, using a needle and guidewire technique (figure). The catheter insertion was done under ultrasound imaging via the anterior fontanelle in three cases. After withdrawal of fluid to achieve a reduction in cerebrospinal fluid pressure, the continuous infusion of streptokinase was started. In infant 1 (table) a bolus of streptokinase (10 000 units) was given in 0-5 ml before the infusion.
A lumbar puncture was carried out during the streptokinase infusion, withdrawing 10 or more ml of cerebrospinal fluid to help the streptokinase to spread through the ventricular system to the subarachnoid space. Intraventricular vancomycin 1 
